. This gain in life expectancy was only partially offset by patients developing RA at a later age. Age at symptom onset was observed to increase linearly by a rate of.16 years (approximately 2 months) per year (t ¼ 2.9; P ¼ .007)-increasing from 54.2 years in 1986 (95% CI 53.0, 55.1) to 58.5 years in 2012 (95% CI 57.4, 59.6). The excess mortality risk in RA compared with the general population reduced over time. For ERAS the all-cause standardized mortality ratio (SMR) was significantly increased (SMR ¼ 1.29; 95% CI 1.20, 1.39), whereas for ERAN it was non-significant (SMR ¼ 0.94; 95% CI 0.78, 1.13). A similar trend was observed for cardiovascular mortality, with the SMR reducing from 1.96 (95% CI 1.64, 2.39) in ERAS to 1.11 (95% CI 0.75, 1.46) in ERAN. Conclusion: Life expectancy in RA has increased dramatically over the past 25 years. This may be driven mainly by reductions in excess mortality due to cardiovascular morbidity.
Background: Pro-inflammatory cytokines associated with the development and progression of RA have been linked to fatigue. According to randomized controlled trials, anti-TNF therapy results in modest improvements in fatigue, however no such trials have addressed this symptom as the primary research question and therefore have not specifically evaluated response in those presenting with clinically relevant fatigue. This study aimed to determine changes in fatigue and predictors of its improvement, 6 months after initiating Anti-TNF therapy, in a cohort of RA patients with high baseline fatigue. Methods: Participants recruited to a long-term observational cohort study, the British Society for Rheumatology Biologics Register for Rheumatoid Arthritis (BSRBR-RA), between October 2000 and November 2008, provided information on fatigue using the SF 36 Vitality domain (scored 0-100). The prevalence of high fatigue-SF36 Vitality 12.5, defined using the 5th percentile of general population data-was calculated at baseline, and changes in fatigue examined 6 months subsequently. Changes were considered as (i) absolute values and (ii) improvement from high fatigue to low fatigue (SF36 Vitality >12.5). In those with high baseline fatigue, a comprehensive set of putative predictors of fatigue improvement, were evaluated first individually and then considered within a multivariable logistic regression model. Results: High fatigue at baseline was common (38.8%) among the 6835 subjects (Etanercept n ¼ 2441, Infliximab n ¼ 1994, Adalimumab n ¼ 2400). Of those with high fatigue (n ¼ 2652), 70% reported clinically relevant improvements (10 SF 36 Vitality units), with a mean improvement of 22.5 units at six month follow up. Further, 66% moved to the low fatigue category by follow up and reported a mean change of three times the minimum clinically relevant improvement (32.9 units). Baseline independent predictors of improvement were: female sex (OR 1.3, 1.1, 1.7), not being unemployed due to ill-health (1.5, 95% CI 1.2, 1.7), low disability (1.2, 95% CI 1.0, 1.5), RF positive (1.2, 95% CI 1.0, 1.4), not using steroids (1.2, 95% CI 1.0, 1.5), no history of hypertension (1.4, 95% CI 1.1, 1.6) or depression (1.3, 95% CI 1.1, 1.5) and good current mental health (1.4, 95% CI 1.2, 1.7). Participants who were positive for 6 of these variables reported the largest absolute improvement in fatigue, 75% of whom moved to the low fatigue category by follow up.
Conclusion: These results demonstrate improvement in fatigue is common and substantial, six months after commencing biologics therapy, in those who have clinically relevant fatigue at baseline. Further, in patients with high baseline fatigue, a number of clinical and psycho-social baseline factors can be used to predict the largest improvement, supporting future stratified approaches to RA related fatigue management. Background: RA is associated with clinically relevant interstitial lung disease (ILD) in approximately 5% of patients. Concern has been expressed over the use of biologic therapies in patients with RA-ILD, with several reports of disease progression and death from accelerated respiratory failure. We have examined the association between different biologic therapies and mortality in a large multi-centre group of patients retrospectively to determine any effect of these agents on survival.
Methods: For the purposes of this study, we collected data from seven centres across the UK on patients with both RA and ILD (proved on HRCT) identified over a 12 year period from 2000 to 2012 using a standard proforma. We analysed the age, duration of both RA and ILD, outcome and, where appropriate, cause of death. Equivalent data were obtained from a control group of RA patients from one centre without lung disease, matched for age, sex and disease duration. We recorded the number of patients in each group receiving any biologic therapy. We compared both all cause and respiratory mortality between RA controls and patients with RA-ILD treated with and without biologics. In the biologic group, we compared those on anti-TNF therapies with those on Rituximab using Chi squared and relative risk calculators.
Results: A total of 188 patients were identified from across the UK with proven RA-ILD. All cause (respiratory) mortality was 22% (10%) compared with controls 14% (6%) (P ¼ 0.07). Biologic therapy was prescribed to more RA-ILD patients (57) than RA controls (18), and these patients were older (P ¼ 0.02). The only significant difference in disease parameters between those on anti-TNF therapy and those on rituximab was an increase in usual interstitial pneumonia in the latter group (see Table 1 ). In spite of this, all cause (respiratory) mortality was higher in those receiving anti-TNF therapies at 31% (15%) than in those on rituximab at 8% (4%) (P ¼ 0.09).
Conclusion:
Patients with RA-ILD trend toward increased mortality compared with controls. They are more likely to receive biologic therapy, and such patients are older with longer disease duration. This large retrospective multi-centre study suggests a possible survival advantage in treating these patients with rituximab as opposed to anti-TNF therapy, both in terms of their all cause and respiratory mortality. This theory should be tested in a large prospective study. 
